Exposure to traumatic psychological stress increases risk for disease events and mortality in patients with cardiovascular disease (CVD). While the biological mechanisms of these effects are not known, inflammation may play a key role as it is both elevated by psychological stress and involved in the development and progression of CVD. In a prospective study of patients with stable CVD (n = 979), we examined if higher lifetime trauma exposure was associated with elevated levels of inflammation at baseline and at five-year follow-up, and with greater increases in inflammation over time. Inflammation was indexed by a composite score incorporating the inflammatory markers interleukin-6 (IL-6), tumor necrosis factora (TNF-a), C-reactive protein (CRP) and resistin. In follow-up analyses, we adjusted for sociodemographic factors, psychiatric disorders and health behaviors that were significantly associated with trauma exposure. Higher trauma exposure was associated with elevated inflammation at baseline (b = .09, p = .01) and at five-year follow-up (b = .09, p = .03). While levels of inflammation increased from baseline to follow-up in the sample, there was no significant association between trauma exposure and rate of change in inflammation. Findings were robust to adjustments for sociodemographic factors and psychiatric disorders, but health behaviors appeared to contribute to the association between trauma and inflammation at follow-up. This is the first large-scale demonstration of an association between lifetime trauma exposure and inflammation. High lifetime exposure to traumatic stress may contribute to an accelerated rate of CVD progression through elevated inflammation.
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Introduction
Most people encounter traumatic psychological stressors, involving threat to life or physical integrity, at some point in the lifespan. Such exposures impact both the brain and peripheral bodily systems and increase risk for psychiatric disorders (Brown et al., 2000; Gillespie et al., 2009 ) as well as for the development and accelerated progression of chronic physical diseases including cardiovascular disease (CVD) (Dong et al., 2004; Glaesmer et al., 2011; Norman et al., 2006; Shedd et al., 2004; Spitzer et al., 2009; Tottenham and Sheridan, 2010) . While the pathway from traumatic psychological stress to adverse health outcomes remains poorly understood, there is emerging evidence that inflammation plays a key role.
Both acute and chronic forms of psychological stress have been linked with elevated inflammation (Hansel et al., 2010; KiecoltGlaser et al., 2003; Steptoe et al., 2007) , and elevations in inflammation in turn have been implicated in the development and progression of many chronic diseases including CVD (Harris et al., 1999; Libby, 2002; Libby et al., 2011; Volpato et al., 2001) . To date, however, only a small literature has examined the relationship between exposure to traumatic stress and inflammation, independent of post-traumatic stress disorder (Danese et al., 2007; Dekaris et al., 1993) , and no studies have examined this association in patients with CVD, a population for whom inflammation has particular relevance as a promoter of disease progression and a predictor of mortality (Libby, 2006) .
A few lines of investigation indicate that traumatic stress exposure is associated with elevated inflammation. First, individuals with post-traumatic stress disorder (PTSD) have been shown to have elevated inflammation in several studies (Spitzer et al., 2010; von Kanel et al., 2010 von Kanel et al., , 2007 . Second, research has indicated that exposure to specific forms of traumatic stress is associated with elevated inflammation. For example, one large-scale prospective study
